A 56-year-old female patient, who had had minor change nephrotic syndrome (MCNS), was referred to us because of a fever and a massive proteinuria. Six years before, she had first noticed leg oedema, leading to the detection of nephrotic-range proteinuria. The diagnosis of MCNS at that time was based on minor glomerular abnormality by the light microscopy examination. She had then been treated with corticosteroid, after which her proteinuria had promptly disappeared. Her corticosteroid had then been gradually withdrawn, and no relapse had occurred for 6 years.
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At her first visit with us, she had a fever and sclerodactylia as well as swollen hands and Raynaud's phenomenon, and laboratory examinations showed a high titer of anti-nuclear and anti-RNP antibodies, resulting in a diagnosis of mixed connective tissue disease (MCTD). She also had a massive proteinuria (3.2 g/day), and a kidney re-biopsy was performed (Figure 1) .
She was treated again with corticosteroid (prednisolone 20 mg daily) and her proteinuria had completely disappeared within a week.
Discussion
The intramembranous electron dense deposits had reportedly been revealed as secondary membranous lesions due to the collagen disease [1] , and the histological findings in this case were consistent with renal lesions of MCTD. However, her proteinuria responded immediately to corticosteroid despite the presence of glomerular basement membrane (GBM) lesions, and her clinical course was reasonable for MCNS. As mechanisms of proteinuria in memCorrespondence and offprint requests to: Itaru Ebihara, Department of Nephrology, Mito Saiseikai General Hospital, 3-3-10 Futabadai, Mito, Ibaraki, 311-4198 Japan; E-mail: itaruebi@yahoo.co.jp branous nephropathy, C5b-9 formation on the membrane of podocytes leads to various intracellular events [2] . These result in degradation of GBM and redistribution of proteins that compose the slit diaphragm, leading to development of proteinuria. In this case, the proteinuria did probably not depend on membranous lesions because of a rapid disappearance of urinary protein, and it was suggested that the changing structures in GBM do not necessarily lead to proteinuria.
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